Femoral subcutaneous adipose tissue (SAT) appears to be cardioprotective compared with abdominal SAT, possibly through better triglyceride (TG) sequestration. We hypothesized that removal of femoral SAT would increase postprandial TG through a reduction in dietary fatty acid (FA) storage. Normal-weight (means Ϯ SD; BMI 23.9 Ϯ 2.6 kg/m 2 ) women (n ϭ 29; age 45 Ϯ 6 yr) were randomized to femoral lipectomy (LIPO) or control (CON) and followed for 1 yr. Regional adiposity was measured by DEXA and CT. A liquid meal labeled with [ 14 C]oleic acid was used to trace the appearance of dietary FA in plasma (6-h postprandial TG), breath (24-h oxidation), and SAT (24-h [ 14 C]TG storage). Fasting LPL activity was measured in abdominal and femoral SAT. DEXA leg fat mass was reduced after LIPO vs. CON (⌬Ϫ1.4 Ϯ 0.7 vs. 0.1 Ϯ 0.5 kg, P Ͻ 0.001) and remained reduced at 1 yr (Ϫ1.1 Ϯ 1.4 vs. Ϫ0.2 Ϯ 0.5 kg, P Ͻ 0.05), as did CT thigh subcutaneous fat area (Ϫ39.6 Ϯ 36.6 vs. 4.7 Ϯ 14.6 cm 2 , P Ͻ 0.05); DEXA trunk fat mass and CT visceral fat area were unchanged. Postprandial TG increased (5.9 Ϯ 7.7 vs. Ϫ0.6 Ϯ 5.3 ϫ 10 3 mg/dl, P Ͻ 0.05) and femoral SAT LPL activity decreased (Ϫ21.9 Ϯ 22.3 vs. 10.5 Ϯ 26.5 nmol·min Ϫ1 ·g Ϫ1 , P Ͻ 0.05) 1 yr following LIPO vs. CON. There were no group differences in 14 C-labeled TG appearing in abdominal and femoral SAT or elsewhere. In conclusion, femoral fat remained reduced 1 yr following lipectomy and was accompanied by increased postprandial TG and reduced femoral SAT LPL activity. There were no changes in storage of meal-derived FA or visceral fat. Our data support a protective role for femoral adiposity on circulating TG independent of dietary FA storage and visceral adiposity. adipose tissue; triglycerides; dietary fatty acids; liposuction OVER THE PAST 30 YEARS, it has become increasingly apparent that regional (upper vs. lower body) adiposity is a better indicator of cardiometabolic risk than is overall obesity. Although abdominal obesity has been implicated as the primary player in increased risk for metabolic disease (5), less is known about the impact of femoral adiposity. We (36, 37) and others (27, 32, 33, 39) have demonstrated that lower body adiposity may not simply be benign with respect to cardiometabolic risk but may actually have protective properties. Previously, we observed lower fasting triglycerides (TG) in women with greater femoral subcutaneous adipose tissue (SAT), even after adjusting for abdominal adiposity (37). Although the hypertriglyceridemic waist phenotype has been well characterized and predicts postprandial lipemia (4), our data (37) suggested that a hypotriglyceridemic thigh phenotype also exists. Whether there is a causal relation between high femoral SAT and low fasting TG could not be determined from such observational studies, but it was theorized that femoral SAT might act as a metabolic sink to sequester TG, thereby keeping serum TG low (21). We aimed to prospectively test this possibility by measuring changes in plasma TG in response to femoral SAT removal (via lipectomy). We hypothesized that the usual daily flux of dietary fatty acids (FA) in the context of a relatively reduced femoral TG storage capacity would worsen circulating TG concentrations. Moreover, given that postprandial lipemia is associated with visceral adipose tissue accumulation (4), we expected that femoral lipectomy might be particularly concerning if accompanied by visceral reaccumulation. We additionally hypothesized that a reduction in net storage of dietary FA in SAT TG would account for the decreased postprandial TG clearance following lipectomy. To test these hypotheses, we measured 1-yr changes in postprandial TG clearance and net TG storage by abdominal and femoral SAT in women randomized to femoral liposuction surgery (LIPO) or control (CON).
OVER THE PAST 30 YEARS, it has become increasingly apparent that regional (upper vs. lower body) adiposity is a better indicator of cardiometabolic risk than is overall obesity. Although abdominal obesity has been implicated as the primary player in increased risk for metabolic disease (5), less is known about the impact of femoral adiposity. We (36, 37) and others (27, 32, 33, 39) have demonstrated that lower body adiposity may not simply be benign with respect to cardiometabolic risk but may actually have protective properties. Previously, we observed lower fasting triglycerides (TG) in women with greater femoral subcutaneous adipose tissue (SAT), even after adjusting for abdominal adiposity (37) . Although the hypertriglyceridemic waist phenotype has been well characterized and predicts postprandial lipemia (4), our data (37) suggested that a hypotriglyceridemic thigh phenotype also exists. Whether there is a causal relation between high femoral SAT and low fasting TG could not be determined from such observational studies, but it was theorized that femoral SAT might act as a metabolic sink to sequester TG, thereby keeping serum TG low (21) . We aimed to prospectively test this possibility by measuring changes in plasma TG in response to femoral SAT removal (via lipectomy). We hypothesized that the usual daily flux of dietary fatty acids (FA) in the context of a relatively reduced femoral TG storage capacity would worsen circulating TG concentrations. Moreover, given that postprandial lipemia is associated with visceral adipose tissue accumulation (4), we expected that femoral lipectomy might be particularly concerning if accompanied by visceral reaccumulation. We additionally hypothesized that a reduction in net storage of dietary FA in SAT TG would account for the decreased postprandial TG clearance following lipectomy. To test these hypotheses, we measured 1-yr changes in postprandial TG clearance and net TG storage by abdominal and femoral SAT in women randomized to femoral liposuction surgery (LIPO) or control (CON).
MATERIALS AND METHODS

Subjects.
We studied healthy pre-and postmenopausal women aged 35-60 yr of similar total adiposity but seeking femoral liposuction surgery. Inclusion and exclusion criteria for the study population were reported previously (2) . Briefly, all women were healthy, nonobese (BMI Ͻ30 kg/m 2 ), nonsmokers, sedentary to moderately physically active (exercise Յ150 min/wk), weight stable (Ն3 mo), and not using estrogen-based hormone, glucose, or lipid-lowering medication. None had hypertriglyceridemia, type 2 diabetes, impaired fasting glucose, or impaired glucose tolerance [as determined by oral glucose tolerance test (OGTT)]. None had evidence of body dysmorphic disorder. Prior to enrollment, each woman provided informed consent. The protocol was approved by the Colorado Multiple Institutional Review Board. Of the 1,942 women who inquired about the study, 103 gave informed consent, and of those, 40 were randomized into a 14-mo study with two arms (liposuction or control; Fig. 1) .
Liposuction surgery. Prior to randomization, all eligible women were assessed by the cosmetic surgeon and deemed to be good candidates for lipectomy isolated to the femoral region. Small volume (3,254 Ϯ 1,139 ml of adipose tissue across both legs), suction-assisted lipectomy was performed as described previously (16) . All participants (LIPO and CON) were counseled not to undergo major lifestyle changes during the duration of the study protocol. Participants paid out of pocket for the procedure at a reduced cost. Those in the control group were offered the surgery after completion of the study protocol.
Body composition assessment. Total and regional fat mass (FM) and fat-free mass (FFM) were measured by dual-energy X-ray absorptiometry (DEXA; Hologic Discovery W, software version 11.2), as described previously (36) . CT scans of the abdomen and midthigh were obtained to measure abdominal and femoral subcutaneous fat areas (cm 2 ) as described previously (37) . Visceral fat area (cm 2 ) and intermuscular fat area was the difference between total area and subcutaneous fat areas in the abdominal and thigh regions, respectively. Circumferences were measured in triplicate at the midthigh, waist, and hip using a spring-loaded tape measure.
Physical activity assessment. The Yale Physical Activity questionnaire (8) was administered at each time point to assess time and energy expenditure (EE) spent participating in a range of activities (kcal/day), as described previously (2) .
Test meal visit. Subjects consumed a 3-day standardized diet [kcal ϭ (23.9 ϫ FFM ϩ 372) ϫ 1.5, 50% carbohydrate, 34% fat (13% saturated/13.5% monunsaturated/7.5% polyunsaturated), and 16% protein] prior to admission to the Clinical Translational Research Center (CTRC) for a diet-matched liquid test meal labeled with 40 Ci of [1- 14 C]oleic acid (Moravek Biochemicals), as described previously (2). After baseline resting EE, breath, and blood samples were collected, subjects consumed the meal, and then blood was sampled at t ϭ 30, 60, 90, 120, 180, 240, 300, and 360 min for the assessment of TG. Urine was collected throughout the 6-h postprandial period for N 2 excretion. Subjects consumed a lunch and dinner matched to the lead-in diet, each consisting of one-third of their daily energy requirements, and then remained fasted overnight on the CTRC. Premenopausal women were studied during the follicular phase of their menstrual cycle (days 1-10 ).
EE and substrate oxidation. Resting and postprandial EE (by indirect calorimetry) and breath CO 2 samples (0.5 mM trapped in hyamine hydroxide) were collected at t ϭ 0, 60, 120, 180, 240, 300, 360, 540, 840, and 1,440 min, as described previously (2) . Total fat and carbohydrate oxidation were calculated from CO2 production, O2 consumption, and urinary N2 excretion using standard equations (13). 14 CO2 in breath samples was counted via scintillation and multiplied by the CO2 production determined by indirect calorimetry to estimate the amount of [ 14 C]oleic acid oxidized. Separation of lipid fractions. TG-rich lipoprotein (TRL) subfractions were isolated from fresh plasma collected at t ϭ 0, 60, 120, 180, 240, and 360 min using a sequential floatation and ultracentrifugation method [large Svedberg flotation (Sf) Ͼ400 and medium Sf 20 -400] (34), as described previously (2) . [ 14 C]radioactivity was assessed in 50-to 75-l samples of each subfraction at each time point. The large subfraction consists primarily of chylomicron (CM) particles with small amounts of larger VLDL particles. The medium subfraction consists primarily of VLDL lipoproteins and some smaller CM particles.
Adipose tissue biopsies. Twenty-four hours after the test meal, biopsies were taken from the abdominal and femoral SAT depots using a mini-liposuction technique, as described previously (2) . Adipocyte cellularity and lipoprotein lipase (LPL) activity were determined on an aliquot of fresh SAT sample, and the remaining tissue was frozen for later analysis of 14 C-specific activity. At the 2-mo visit, premeal biopsies were collected to account for background 14 C. Adipocyte size distribution. Immediately after collection, 50 mg of SAT was used to determine adipocyte cell size with the Cell Counting Analysis Program (Mayo Clinic, Rochester, MN), as described previously (7, 17) .
Adipose tissue LPL activity. Immediately after collection, fasted heparin-releasable LPL activity (nmol FFA·min Ϫ1 ·g Ϫ1 ) was measured in fresh abdominal and femoral SAT samples, as described previously (30) . Enzyme activity was measured as hydrolyzed [ 14 C]-or [ 3 H]oleic acid after incubation with a synthetic lipoprotein substrate.
14 C in adipose tissue and breath. Specific activity (SA; disintegrations·min Ϫ1 ·g Ϫ1 ) of 14 C in SAT was determined by liquid scintillation counting (LS6000TA; Beckman Instruments), as described previously (2) . Background SA was subtracted from all 14 CO2 measurenents and from SAT at 2 mo. SA for abdominal and femoral SAT was multiplied by trunk and leg FM, respectively, to calculate upper body and lower body subcutaneous TG storage.
14 CO2-SA was measured in breath samples to account for tracer expired during fat oxidation. Ectopic TG storage was the remaining 14 C not accounted for in fat oxidation or SAT TG storage, as described previously (29) .
Blood analyses. Blood samples were stored at Ϫ80°C and analyzed in batches by the CTRC Core Laboratory. Glucose, total and HDL cholesterol, and TG were determined enzymatically (Beckman Coulter), and insulin, leptin, and adiponectin were determined by radioimmunoassay (EMD Millipore).
Statistics. The areas under the curve (AUC) for postprandial outcomes (e.g, TG, CO 2 production) were calculated by the trapezoidal method. Our primary objective was to determine whether removal of femoral FM results in an increase in postprandial lipemia (TG AUC) and a decrease in meal-derived TG-FA storage in SAT (SAT SA). Thus, our study was powered to detect significant between-group differences (LIPO vs. CON) in the changes (postlipectomy Ϫ baseline) in TG AUC and SAT SA based on previously reported variability in these outcomes (23, 35) . Changes in outcomes over time (0, 2, and 14 mo) and by group (LIPO vs. CON) were evaluated by repeated-measures general linear model. Independent t-tests and Pearson correlation coefficients were used to compare groups for differences in baseline characteristics and to evaluate associations among outcomes, respectively. An additional a priori aim was to evaluate whether menopausal status impacted baseline differences and the trajectory of change following lipectomy. However, we were unable to recruit a sufficient number of postmenopausal women willing to undergo liposuction surgery, so we did not do these post hoc comparisons. Although we recently reported trends for baseline differences in TG AUC between pre-and postmenopausal women, there were no differences in the trafficking of dietary FA into SAT (2) , suggesting that our current results would not have differed between menopausal groups. All statistical analyses were done in SPSS (version 22.0; IBM). Data are presented as means Ϯ SD unless otherwise specified.
RESULTS
Baseline subject characteristics. Compared with the control group, women randomized to femoral liposuction surgery were on average 5 years younger but, by design, had similar total adiposity (33 Ϯ 6 vs. 34 Ϯ 5% fat; Table 1 ). None of the women had impaired fasting glucose or glucose intolerance (determined by OGTT), hyperinsulinemia (fasting insulin Ͻ15 uU/ml), or hypertriglyceridemia (fasting TG Ͻ140 mg/dl). Self-reported daily physical activity EE did not differ between LIPO and CON at baseline (1,272 Ϯ 1,065 vs. 1,208 Ϯ 505 kcal/day) or change with time (2 mo: 1,040 Ϯ 860 vs. 1,029 Ϯ 528 kcal/day; 14 mo: 1,289 Ϯ 1,120 vs. 1,119 Ϯ 919 kcal/day). Leptin and adiponectin concentrations did not differ at baseline (Table 1) or change with time (data not shown).
Body composition changes. By design, subcutaneous femoral fat (by DEXA and CT) was reduced in the LIPO group compared with CON after surgery (2 mo), whereas fat in the abdominal region was not changed (Table 2) . At the 14-mo postsurgery followup, leg fat remained reduced in the LIPO group compared with CON (Table 2 and Fig. 2A ). There were no increases in abdominal fat (by anthropometrics, DEXA, or CT).
Postprandial triglyceride changes. There were no changes in postprandial TG immediately following liposuction surgery or control (2 mo ⌬: 1.4 Ϯ 6.1 vs. 1.9 Ϯ 5.6 ϫ 10 3 mg/dl), but 1 yr later postprandial TG response was increased in the LIPO group compared with no change in the CON group (5.9 Ϯ 7.7 vs. Ϫ0.6 Ϯ 5.3 ϫ 10 3 mg/dl, P Ͻ 0.05; Fig. 2B ). The increase in total postprandial plasma TG was due to increases in TG appearing in the large buoyant (Fig. 2C ) and medium dense (Fig. 2D) TRL subfractions, suggesting less clearance of CM-TG and increased appearance of VLDL-TG. There were no changes or group differences in the appearance of 14 C tracer in the large (Fig. 2E) and medium (Fig. 2F ) TRL fractions, suggesting that the source of the TG in these fractions was not from the labeled dietary FA.
Subcutaneous adipose tissue triglyceride storage. The proportion of FA coming from the labeled test meal and appearing in the upper and lower body SAT did not differ between groups at baseline, 2 mo, or 14 mo (Table 3 ). There was a main effect of time on the proportion dietary FA being stored in SAT and the proportion being oxidized such that storage in SAT increased and oxidation decreased at 14 mo in both groups. There was also a main effect of time on absolute uptake of meal-derived FA by lower body but not upper body SAT. Premeal biopsies were not done at the 14-mo visit to account for background 14 C, so the increase in 14 C tracer in SAT over time may have been due to residual 14 C from the 2-mo test meal visit.
SAT lipoprotein lipase activity. There was a group-by-time interaction in femoral SAT LPL activity such that LPL activity was reduced in LIPO at 2 mo and remained reduced at 14 mo compared with CON; this was no longer significant when LPL was expressed per number of cells (Table 3 ). The 2-mo change in femoral SAT LPL activity was related to change in leg fat mass (r ϭ 0.489, P Ͻ 0.05). LPL was correlated positively with lower body uptake of dietary FA (r ϭ 0.318, P ϭ 0.18) and inversely with change in postprandial TG AUC (r ϭ Ϫ0.336, P ϭ 0.16), but these did not reach statistical significance. There were no changes in abdominal SAT LPL activity with time or differences between groups.
Adipocyte size distribution. There were no group differences in mean cell size at baseline in abdominal (47 Ϯ 9 vs. 43 Ϯ 14 m) or femoral (50 Ϯ 13 vs. 49 Ϯ 13 m) adipocytes. Average abdominal but not femoral adipocyte size was correlated with abdominal SAT LPL activity (r ϭ 0.512, P ϭ 0.01) at baseline. There were shifts in cell size distribution at 14 mo, but not 2 mo, in abdominal SAT over time such that LIPO compared with CON tended to have an increase (P ϭ 0.11) in the small (31-60 m) and a significant decrease (P Ͻ 0.05) in the medium (61-100 m) but no change (P ϭ 0.80) in the large (101-140 m) adipocyte fraction (Fig. 3 ). There were no group differences or changes over time in femoral SAT cell size distribution.
DISCUSSION
This study is the first to demonstrate that removal of femoral SAT worsens postprandial triglycerides. One year after femoral lipectomy compared with control, leg fat mass had not returned, and there were no compensatory increases in abdominal (subcutaneous or visceral) adiposity, but postprandial TG worsened (in both the CM-and VLDL-TG fractions). Trafficking of 14 C-labeled dietary FA did not differ between groups, suggesting that the mechanism for the increase in postprandial lipemia following femoral lipectomy was not through a reduced SAT storage of FA coming from the recent meal. Fasted femoral SAT LPL activity decreased following femoral lipectomy compared with control, indicating that basal lipolytic capacity was reduced, possibly defending against femoral fat regain.
Potential protective effect of leg fat. Observational studies suggest a hierarchy among regional fat depots and their relation to disease risk such that lower body adiposity appears least harmful and upper body or abdominal (particularly visceral) adiposity most harmful. Although abdominal adipose tissue has been implicated as a primary player in obesity-related disease risk (22) , epidemiological data suggest that lower body adiposity may in fact be protective against disease risk rather than simply less harmful. Early studies demonstrated an inverse correlation between thigh or hip girth and selected cardiometabolic risk (e.g., insulin sensitivity, dyslipidemia) (31, 33) as well as reduced risk for ischemic heart disease (19) and type 2 diabetes (14) . Increasing hip size also appeared to attenuate the correlation between waist size and incidence of myocardial infarction (40) . Consistent with these anthropometric data, we (36, 37) and others (27, 32) observed an inverse association between leg fat mass (measured by DEXA) and cardiometabolic risk in women. Although it might be argued that femoral adiposity is not inherently protective but simply a marker of reduced abdominal adiposity, our preliminary studies suggested that women with greater femoral adiposity consistently had lower fasting serum TG concentrations independent of visceral adiposity (37), but whether the association was causal remained unknown. Femoral adipose tissue as a sink for TG. It has been hypothesized that SAT acts as a buffer for the daily flux of FA in the circulation, particularly during the postprandial period, when energy supply from the gut far exceeds immediate energy requirements (12) . Although liver and skeletal muscles accumulate some TG, SAT is the major TG-storing tissue in the postprandial period. It has been suggested that femoral SAT is a better sink for the TG derived from dietary FA than abdominal SAT (9) . This could be mediated by increased uptake of FA (TG synthesis) into femoral SAT and/or decreased FA mobilization (TG hydrolysis) from that depot. The latter possibility appears likely, as early in vivo studies have observed less uptake of meal-derived FA into femoral compared with abdominal SAT, whereas the half-life of TG (assimilation and mobilization over months) in SAT was 50% longer in femoral compared with abdominal (3, 23) . Lower basal FA release in femoral compared with abdominal AT suggests that basal lipolysis may be reduced (24) . Under postprandial conditions, women with lower body obesity suppress leg FA release to a greater extent than women with upper body obesity (15) . Moreover, femoral adipose tissue appears to extract less TG in the postprandial period, preferentially utilizing VLDL-TG over CM-TG (26) . Lesser uptake and release of FA after a meal in femoral compared with abdominal SAT (23, 29) is consistent with relatively greater energy conservation by femoral SAT in the face of excess energy availability. Taken together, the reduced TG hydrolysis and slower turnover in femoral SAT are consistent with this depot being a relatively more effective sink for TG than abdominal SAT.
Impact of femoral adipose tissue removal. We tested directly the hypothesis that femoral SAT is an effective sink for TG by evaluating changes in postprandial TG and SAT storage of dietary FA in response to femoral SAT removal. The increase in postprandial TG 1 yr following femoral SAT removal supports a causal association between leg fat mass and circulating TG. The postprandial increases were observed in both the CM-TG and VLDL-TG fractions but were not accompanied by the increased appearance of 14 C label in these fractions, suggesting that the source of the augmented TG from the gut and liver were from previous stores and not from the most recent meal. This is consistent with the observation that more than half of the TG entering the circulation in the postprandial period come from delayed release from a previous meal or de novo lipogenesis (18) . Thus, at the whole body level, femoral lipectomy did not alter the oxidation or storage of dietary FA by SAT but appeared to increase the net flux of FA from gut and liver. At the tissue level femoral SAT LPL activity was reduced, and abdominal SAT adipocytes were shifted toward smaller cell size, consistent with decreased potential for TG hydrolysis in the femoral region and increased potential for TG storage in the abdominal region. However, there were no apparent compensatory increases in abdominal subcutaneous or visceral fat accrual or in the amount of labeled TG not accounted for in SAT (i.e., going to ectopic depots). Thus, the increases in postprandial TG were independent of changes in body fat distribution per se.
Comparison with previous liposuction studies. Lipectomy is a useful model to study defense of fat mass and the direct role of fat on metabolic outcomes. Other methods of reducing fat (e.g., caloric restriction and exercise) not only invoke many systemic metabolic adaptations but reduce fat throughout the body; i.e., they cannot isolate just one fat depot. In rodents, lipectomy is followed by rapid reaccumulation of adipose tissue (10, 25) and has been shown to worsen metabolic outcomes, including hypertriglyceridemia (11, 38) . Recent human studies similarly suggest that lipectomy is followed by reaccumulation, at least in the abdominal region (16) , but that compensatory increases in visceral fat can be countered by increased physical activity (1) . There have been a number of studies that have evaluated the short-term (within 6 mo) effect of abdominal lipectomy on insulin sensitivity and markers of inflammation with mixed results (6, 20, 28) . To our knowledge, there have been no studies of isolated femoral fat removal despite the apparent cardioprotective benefits of lower body adiposity. Those studies that did remove femoral fat did so in conjunction with removal of abdominal fat, and none were designed to study the impact on postprandial lipid trafficking. Moreover, almost all previous liposuction studies, with few exceptions (1, 16) , studied obese women. Thus, our study was the first to remove femoral fat from normal-weight women with a propensity to store their fat in the lower body. In contrast to previous studies that found reaccumulation of abdominal fat (1, 16), we did not observe reaccumulation of femoral fat following lipectomy, nor was there any apparent redistribution of fat to the abdominal region. Consistent with studies of abdominal lipectomy that measured insulin sensitivity via the hyperinsulinemic euglycemic clamp (16, 20) , we did not observe any effect of femoral lipectomy on insulin sensitivity as estimated (using Matsuda index) from an OGTT (data not shown).
Study limitations. The generalizability of our studies is limited by the inclusion of only normal-weight women with a propensity to store fat in the femoral region. It is not known whether obese women and those with a propensity to store fat in the abdominal region would respond similarly. We also do not know whether the results would differ by menopausal status. It is possible that older and more abdominally obese women with hypertriglyceridemia at baseline would have an even greater lipemic response to femoral lipectomy. However, our previous comparisons of pre-and postmenopausal women suggest that our lipid trafficking results would not have been impacted by menopausal status (2) . Our studies are also limited by the fact that we did not collect a premeal biopsy prior to the 14-mo test meal visit. Based on previous studies in men, we expected no residual 14 C remaining from the 2-mo testing. However, the increase in tracer in both groups over time suggested that background 14 C was likely present at 14 mo. Given that the femoral adipose tissue LPL activity was reduced in the liposuction group compared with control, we cannot rule out the possibility that retention of the 14 C tracer from the 2-mo to the 14-mo visit was greater in the LIPO group, thereby increasing background and reducing our ability to detect group differences in dietary FA uptake. Lastly, biopsies were only collected in the fasted and not the fed state, so we do not know whether postprandial LPL activity was altered following lipectomy.
Conclusions. Our studies are the first to demonstrate that removal of femoral SAT by liposuction worsens postprandial lipemia, consistent with a protective role for femoral SAT on circulating TG. Femoral adiposity remained reduced 1 yr after the surgery and was not accompanied by compensatory increases in abdominal adiposity. There were no decreases in postprandial incorporation of dietary FA into the adipose tissue TG pool to account for the increased lipemia. Reductions in fasted LPL activity in femoral SAT and adipocyte size in abdominal SAT may set these depots up for preferential TG storage in abdominal compared with femoral SAT in the context of positive energy balance. Together, our data suggest that femoral SAT in healthy normal-weight women reduces mobilization rather than increases assimilation of lipid stores, extending what we know about this effective sink for TG.
